BordeteUla spp. cause respiratory tract diseases in warm-blooded animals. Only BordeteUla bronchiseptica has been reported to cause bacteremia in humans, and this rare infection usually occurs with pneumonia in immunocompromised patients. We describe "Bordetella hinzii" bacteremia in an AIDS patient without a respiratory illness. Combining biochemical phenotyping with fatty acid analysis permitted preliminary identification of this previously undescribed pathogen; identity was confirmed by DNA-DNA hybridization.
Members of the genus Bordetella are well known to cause respiratory tract diseases in a variety of hosts. Bordetella pertussis and Bordetella parapertussis are etiologic agents of the human illness called whooping cough (15) . Bordetella bronchiseptica is primarily a veterinary pathogen that causes snuffies in rabbits, atrophic rhinitis in swine, and kennel cough in dogs; rare human infections can result in pneumonia with or without bacteremia (20) . Disease caused by Bordetella avium has been described only for poultry (rhinotracheitis) (7, 9, 17) . Here Bacteria closely related to B. avium, i.e., the genus Alcaligenes (9) and Bordetella species other than B. avium, have previously been isolated from humans. In an attempt to verify the biochemical identification, we used whole-cell fatty acid analysis ( Table 1 ). The taxonomy of the Bordetella and Alcaligenes genera is complex (5, 9, 11), and their fatty acid profiles are similar (8, 12) . Table 1 shows they contain mostly C16:1 .7c' C16:0, C17:0 cyc, C18:0, and "SUM in feature 3" (C161 'sO I and/or 3-OH C14:0). Alcaligenes xylosoxidans, B. avium, and the patient's isolate contain two hydroxy fatty acid derivatives (2-OH C14:0 and 2-OH C16:0); the other bacteria do not. The fatty acid profile of our isolate most closely resembles that of A. xylosoxidans (Table 1) , but biochemically these organisms are very different (NFT profile 1040477 for A. xylosoxidans includes the reactivities of our isolate [described above] plus nitrate reduction, glucose fermentation, and assimilation of D-gluconate and caprate). Finally, quantitative differences among the predominant fatty acid constituents distinguish our isolate from B. avium. Their C16:0, C18:0, and "SUM in feature 3" contents are similar, but their C16:1 a,,7c (isolate, 20.58% ± 0.60%; B. avium 3.82% ± 0.52% [mean ± standard error]) and C17:0 cyc (isolate, 19 .13% + 1.5%; B. avium, 36.15% + 0.95%) contents are different. Among other possibilities, these data suggested that the isolate may represent another species of the genus Bordetella that is biochemically similar to B. avium. We confirmed this hypothesis and identified the bacteria as "B. hinzii" by a detailed comparison with the "B. hinzii" type strain LMG 13501T (taxonomic and phylogenetic descriptions of "B. hinzii" will be published elsewhere [18] ). Their protein electrophoretic profiles are virtually identical (data not shown), the DNA-DNA homology of the two strains determined by renaturation kinetics is 89%, and the molar guanosine plus cytosine (G+C) contents of their DNA determined by thermal denaturation are very similar (67% for the isolate and 66% for LMG13501T compared with 61.6 to 62.6% for B. avium [9] ). These data confirm identification of the etiologic agent of bacteremia in this case as "B. hinzii."
It is interesting that "B. hinzii" bacteremia occurred in a patient without historical or clinical evidence of respiratory disease. Bordetella spp. are most commonly transmitted by respiratory droplets (19) , and in cases of human bacteremia caused by B. bronchiseptica (2, 3, 20) , primary respiratory tract infection most likely provides access to secondary hematogenous growth. When humans acquire B. bronchiseptica, it is usually through animal contact (4, 16, 20) . In this case, a patient without animal exposure contracted bacteremia from an organism associated with, but not necessarily pathogenic for, chickens and turkeys. It should be noted that the only other known human isolate of "B. hinzii" was obtained from sputum in 1957 (incorrectly designated Alcaligenes faecalis [10] ). Unfortunately, clinical details could not be recovered (18) . Perhaps "B. hinzii" gained hematogenous access to our patient via the respiratory route without establishing a respiratory tract infection or via his Groshong catheter. It seems reasonable to speculate that the unusual features of this case result from the underlying immune deficiency of the patient. Indeed, numerous reports involving immunocompromised patients infected with B. bronchiseptica (1, 2, 4, 13, 16, 20) or B. pertussis (6, 14) have recently appeared. Although human infection by B. avium has not been reported, "B. hinzii" could be mistaken for this organism when biochemical data are used alone (as described above and in reference 18). The fatty acid profile of our isolate was suggestive of A. xylosoxidans (Table  1) , and these seemingly conflicting data were resolved after identifying the isolate as "B. hinzii." In doing so, we have demonstrated the utility of combining biochemical phenotyping with fatty acid analysis for the characterization of a previously undescribed pathogen.
